Section ofRadiology 441 by Liebow & Carrington (1969) . This illness, characterized by fever, loss of weight, sweats, cough and pulmonary consolidation, may be induced by the exhibition of drugs. A recent account in The Lancet (1974) describes several cases following prolonged uses of suiphasalazine. Carrington et al. (1969) have described a characteristic X-ray picture, with dense peripheral opacities, the hilar region remaining clear. The histological picture is that of pneumonic consolidation, with the eosinophil as the leukocyte filling alveoli and interstitial tissues and without arterial disease. However, biopsy should rarely be needed because the illness is always accompanied by a blood eosinophilia.
Of two patients with eosinophilic pneumonia of the chronic severe type, which may have been caused by the exhibition of sulphonamides, one was cured by the exhibition of high dosage steroids for a relatively short time; the other improved but showed evidence of permanent lung damage. Each year at least 10 % of the world's foodproducing capacity is lost because of weeds. Paraquat has become a herbicide of global importance. Its ability rapidly to destroy plants on coming into contact with the green parts, and to be rendered harmless by adsorption on to clay minerals in the soil permits the practice of nontillage agriculture. For this reason, following its introduction ten years ago, it is now used in over 130 countries and is of major significance in sustaining the so-called green revolution in food production.
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Paraquat is a bipyridyl compound. In this country it is available in its concentrated form (known as Gramoxone and Dextrone) only to bona fide agricultural and horticultural workers.
It is sold to the general public as Weedol in 2 oz sachets each containing about 1 g paraquat.
The circumstances under which paraquat poisoning occurs are rarely, if ever, associated with its intended use. Most (but not all) poisoning is produced by the concentrated forms; many have resulted from the reprehensible practice of decanting the paraquat concentrate into unlabelled lemonade-type bottles. This brownish liquid is then mistaken, often by children, for some palatable beverage, and the realization that it was not comes too late to prevent tragic loss of life. It cannot be emphasized too strongly that putting a scheduled poison into an unlabelled bottle is not only foolhardy, it is against the law. Accident and the occasional homicidal attempt aside, paraquat has been extensively used as a means of committing suicide.
Our clinical experience comprises 18 patients of whom all but 2 were attempted suicides. Eight of these have survived. It is difficult to establish the lethal dose of paraquat. Patients rarely know how much they took, and there is often an unmeasurable loss of paraquat through vomiting and gastric lavage. The data available suggest that absorption of 20-40 mg/kg (between 1 and 2 g for a 70 kg man) can be fatal. Death has followed the ingestion of as little as one sachet of Weedol. Survival after higher doses may only reflect a failure to absorb the extra amount. Once absorbed, paraquat is widely distributed throughout the body tissues. The clinical picture after significant poisoning is one of progressive toxicity. Early symptoms relate to the irritant effect of paraquat on the mucosa of the gastrointestinal tract. The concentrate often causes burning of the mouth and pharynx and extensive ulceration may appear a day or two after ingestion. Gastric irritation may cause nausea and vomiting, and diarrhoea, sometimes bloody, may follow.
Patients who take massive doses die within a few hours, apparently because of the effect of paraquat on organs other than the lung. They become comatose and may have convulsions, and respiratory or cardiac arrest may rapidly ensue. If they survive long enough they show derangement of liver function because of centrilobular necrosis. Renal failure may result from acute tubular necrosis. Radiological changes in the lung begin to appear 2-3 days after poisoning. These are matched by the development of restrictive and sometimes obstructive ventilatory patterns, accompanied by progressive impairment of gaseous exchange. In the early stages the predominant lesion is pulmonary cedema. If the patient survives long enough, destruction of lung architecture, and a fibroblastic reaction leading to diffuse fibrosis ensue. Death results from respiratory failure.
